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INTRODUCTION 


Past  studies  suggest  that  early  menarche,  growth  velocity,  and  specific  honnonal  patterns  during  breast 
development  may  be  critical  in  determining  risk  of  breast  cancer  later  in  life  (1-5).  Nutritional  factors  (i.e., 
adiposity,  physical  activity  and  diet)  during  childhood  and  puberty,  and  inherited  genetic  factors  are  suspected 
to  interact  in  modulating  these  early-life  exposures  (2,  6-15).  However,  the  biological  processes  involved 
remain  poorly  understood.  These  gene-environment  interactions  may  explain  the  remarkable  increase  in  breast 
cancer  incidence  observed  among  US-bom  Asian  women.  We  propose  to  test  the  relationships  between 
nutrition,  genetic  factors,  hormonal  levels  and  early  life  events  contributing  to  breast  cancer  risk  in  a  unique 
cohort  of  323  adolescent  girls  of  Caucasian  or  Asian  ancestry  originally  recruited  for  the  Female  Adolescent 
Maturation  (FAM)  Study  (USDA  NRI  grant  99-00700).  These  girls  were  first  studied  in  1999-2000  at  age  9-14 
years  and,  again  two  years  later  in  2002-2003,  for  dietary  intake,  body  size  and  composition,  sexual  maturation 
(Tanner  staging),  growth  and  bone  density.  Data  collection  was  extended  by  conducting  a  third  examination  and 
obtaining  blood  samples  for  DNA  genotyping  and  hormone  analysis  at  a  time  when  most  girls  have  attained 
menarche.  A  cross-sectional  sample  of  additional  girls  was  also  recruited  from  the  membership  of  an  HMO 
(Kaiser  Permanente  -  Hawaii).  To  date,  we  have  a  total  of  283  girls  recruited.  Of  the  283  girls,  106  are  from  the 
FAM  cohort  and  177  are  new  recruits  from  Kaiser. 


BODY 

Below  are  relevant  updates  on  the  research  accomplishments  as  outlined  in  the  approved  Statement  of  Work 
through  June  30,  2007. 

Task  1.  Plan  Study  and  Procedures 

a.  Identify  potential  subjects  for  the  new  recruitment 

a.  Kaiser  identified  potential  subjects  from  their  database  for  recruitment  and  completed 

recruitment  at  283  girls.  Members  were  identified  based  on  ethnicity,  age,  gender,  and  living  in 
the  Honolulu  area. 

Task  2.  Subject  Recruitment  and  Data  Collection 

a.  Enroll  FAM  participants  for  the  follow-up  examination,  4  years  after  the  baseline  examination. 

a.  102  girls  from  the  cohort  were  recruited  for  this  study. 

b.  Enroll  new  participants 

a.  177  new  girls  were  recruited  from  the  Kaiser  membership  database  to  this  study. 

c.  Schedule  clinical  exam  and  perform  data  collection 

a.  A  total  of  283  girls  have  come  in  for  the  two  study  visits. 

b.  Of  the  283  girls,  102  are  from  the  original  FAM  cohort  and  177  are  new  recruits. 

c.  Portfolios  with  health  education  material  were  sent  out  to  those  who  have  completed  the  study 

d.  Collect  blood  and  urine  samples 

a.  276  girls  have  completed  a  blood  drawn  and  started  urine  collection  and  menstrual  calendars. 

e.  Process  biospecimen  for  storage 

a.  All  collected  specimens  have  been  processed  for  storage.  Samples  are  stored  at  -80°C. 

f.  Enter  data  and  maintain  databases 

a.  Questionnaires  are  being  coded  and  entered. 

b.  We  expect  to  complete  data  entry  in  early  Fall  2007. 

Task  3:  Perform  Genotyping  assays: 
a.  Extraction  of  DNA  is  ongoing 
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b.  Perform  quality  control  on  DNA  is  ongoing 

c.  Detect  polymorphisms  with  Taqman,  dHPLC,  sequencing  or  RFLP  has  started  and  will  be 
completed  during  Fall  2007 

d.  Document  and  archive  results,  including  QC  samples 

e.  Maintain  database  with  results 

Task  4:  Perform  Hormone  Analyses:  will  be  done  in  the  Fall  2007 
Task  5.  Interim  Analyses 

a.  Interim  analyses  will  start  in  Fall  2007,  after  the  data  entry  is  completed. 

b.  Write  annual  reports:  An  annual  report  was  completed  May  14,  2006.  This  is  the  third  annual  report. 
Task  6:  Final  Analyses  and  Report  Writing:  Will  be  done  in  Spring  2008. 


KEY  RESEARCH  ACCOMPLISHMENTS 

N/A 

REPORTABLE  OUTCOMES 

N/A 


CONCLUSIONS 

N/A 
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